aim of the present experiments was to compare the effects of these 2 drugs in restoring cardiac function in dog heart-lung preparations depressed by pentobarbital and to obtain information about their effects on atrioventricular (AV) conduction under identical experimental conditions.
MATERIALS AND METHODS
Twelve heart-lung preparations, 6 for MDL 17043 and 6 for MDL 19205, were made from mongrel dogs of either sex, weighing 8-11Kg, anesthetized with sodium pentobarbital (30mg/Kg i.v.). The preparations were similar to those described by previous workers.11),12) The extracorporeal blood circulation circuit consisted of silicone rubber tubing, a Windkessel chamber, a Starling pneumatic resistor (giving a pressure load comparable to the mean systemic arterial blood pressure), a heat exchanger (to control the temperature of the circulating blood) and a blood reservoir. The blood reservoir had been primed with 450-560ml of arterial blood obtained from other mongrel dogs anesthetized with sodium pentobarbital (30mg/Kg i.v.) and given sodium heparin (500 units/Kg i.v.). The level of blood in the reservoir was maintained at 5cm above the level of the tricuspid valve. Aortic blood pressure (given by the Starling pneumatic resistor) was maintained at 80mmHg and monitored with a pressure transducer (Nihon Kohden, MPU-0.5) through a side arm of the aortic cannula. Cardiac ouptut (which did not include coronary blood flow) was measured with the flow probe of an electromagnetic flowmeter (Nihon Kohden, MFV-2100) interposed between the aortic cannula and the Starling pneumatic resistor. Left and right atrial pressures (LAP and RAP) were measured with pressure transducers (Gould Statham, P23ID), respectively. Left ventricular pressure (LVP) was measured with a Mikro-tip(R) catheter pressure transducer (Millar Instruments) inserted into the left ventricle via the left subclavian artery. The maximum rate of rise of LVP (LV dP/dt max) was obtained electronically with an electronic differentiator (San-ei Instrument, 1323). Heart rate was measured with a cardiotachometer (San-ei Instrument, 1321). AV conduction time was measured with an AV interval counter (Data Graph, HT-31) at a resolution of 1 msec. To determine cardiac function curves which relate cardiac output to LAP, the level of blood in the reservoir was elevated stepwise by 5cm for 30 sec up to 10cm above the initial level. Such a procedure is designated as a competence test (CT). To produce heart failure, pentobarbital was administered into the blood reservoir initially at 50mg and then in 25mg steps, until cardiac output was decreased to about 80% of control level.
MDL 17043 and MDL 19205 (Merrell Dow) were dissolved in 1N 
